PATHOLOGICAL CHANGES IN THE BRAIN CAUSED BY TUBERCULOUS MENINGITIS by 粟屋, 梧老
Title結核性脳膜炎の脳病変
Author(s)粟屋, 梧老













PATHOLOGICAL Cl:lANGES IN TH~ BRAIN CAUSED 
BY TUBERCULOUS MENINGIT~S 
by "" ，.干 ＇～ 
、－，
"l' GoRo AwAYA . 
Orthopaedic Department, Yamaguchi Medical Schol, Ube. 
(Director : Prof. Dr. Tsrauo I閃）
Histological studies of the brain were conducted in four cases of tuberculous 
meningitis with the following results: 
Inflammatory processes of the meninges are most pronounced at the base of 
the brain about the optic chiasm and over the inferior surface of the pons, extending 
in a less measure upward over the cerebellum and the median and lateral surfaces 
of the hemispheres. The subarachnoid meshwork over the base is infiltrated with 
mononuclear cells which are more plentiful immediately around the vessls, making 
perivascular cu伍ngone of the characteristic features of this type of meningitis. In 
addition, the wall of the basilar arteries, especially of the striothalamic arteries, is 
markedly thickened or infiltrated with inflammatory cels, frequently accompanied 
with thrombus formation with resultant obliteration of most of the basilar arteries. 
These changes in the striothalamic arteries apparently cause blockage of the blood 
supply to the cerebral nuclei anrl subsequently lead to necrosis, as evidenced by 
histological changes in the nerve cels, such as swelling of the cytoplasm, chromat-
olysis or complete disappearance of nerve cells in some areas. In a striking contrast 
to these findings, the cerebral cortex, cerebellum and pons are free of such necrotic 
alterations. The pyramidal tract also remained intact in al cases studied. 
The above findings strongly indicate that, in the majority of the cas回 of
cerebral palsy caused by tuberculous meningitis, the fundamental pathologic changes 
in the brain are necrosis of the cerebral nuclei as a result of arterial occlusion and 
that the cerebral damage, instead of pyramidal lesions, accounts for the motor 
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Scholz, Work and Peters (1938）は血所属害に
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細胞形質は殆ど消失して変性に陥った核のみ
が残存している．
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